development. We also demonstrated that Tmem100 null embryos showed atrioventricular canal cushion formation defect, indicating Tmem100 works also as an important factor for valve and septum morphogenesis.
Taken together, our studies indicate that TMEM100 is a novel endothelialspecific protein for cardiovascular morphogenesis downstream of BMP9/BMP10-ALK1 signaling. Clarifying the function of TMEM100 will lead to a better understanding of the mechanisms of cardiovascular morphogenesis and the etiologies of human congenital diseases.
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